Fusion gets in the groove
he only confirmed mechanism for protein-mediated membrane fusion involves the formation of helix bundles, in which helices attached to two membranes pack against one another to draw together the membranes. In the final fused state, six-helix bundles are formed by HIV Env and paramyxovirus F proteins, members of the class I group of viral fusion proteins. Although the class I founding member, influenza HA, also forms a six-helix bundle, Heather Park, Jennifer Gruenke, and Judith White (University of Virginia, Charlottesville, VA) now show that this bundle is not sufficient for fusion.
For HA, interactions between a nonhelical region and a trimer of helices cause fusion. Using mutational analyses, the group shows that fusion requires contacts between a long chain, which they call the leash, near the viral membrane with the helices near the target membrane (usually a host endosome as the virus escapes into the cytoplasm). They suggest that packing T of the leash into the grooves of the helices condenses HA, thus bringing together viral and host membranes. "There's nothing holy about helix-helix interactions as a means to pull membranes together," says White. 
Fold me or leave me
ew results from Markus Eser and Michael Ehrmann (Cardiff University, Cardiff, UK) indicate that the protein that sends secreted proteins through the translocon also prevents cytoplasmic proteins from meeting the same fate.
Secreted bacterial proteins are targeted to and pushed through the translocon by the protein SecA. Because proteins must be threaded through the translocon in an unfolded state, the authors guessed that SecA might prevent folding of signal sequence-containing, and therefore secreted, proteins. Instead, they found just the reverse-SecA promotes the folding of proteins that lack export signals.
SecA bound to unfolded proteins even if they did not contain signal sequences. For proteins lacking an export signal, SecA promoted their folding to an active state. Once folded, SecA no longer binds, so secretion is thwarted. SecA did not have chaperone activity with signal sequence-containing proteins. What accounts for this difference is not yet known, but perhaps strong binding of SecA to the signal sequence disrupts its ability to promote folding. Yeast and human cells do not have a SecA homologue, but a different translocon-associated chaperone may perform an analogous function. 
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Immune cells take in unknown enemies
HC class I molecules normally present endogenously synthesized antigens and thus activate cytotoxic T lymphocytes (CTLs). In antigenpresenting cells (APCs), however, some seemingly extracellular antigens are cross-presented: they are loaded onto the class I pathway in addition to their usual presentation by MHC class II. 
